Introduction
============

Fundic gland polyps are now commonly recognised during endoscopy and their occurrence is attributed to prolonged proton pump inhibitor (PPI) therapy \[[@R1]\]. These polyps are benign, often multiple and are usually detected in gastric body and fundus. However, the polyps in antral area are often attributed to infection with H. pylori \[[@R2]\]. We observed that our patient had no evidence of H. pylori infection and had polyps in antral area. These polyps disappeared four months after stopping PPI therapy establishing a cause and effect relationship. This case report reflects the diffuse effect of PPI therapy in causing antral polyposis.

Case description
================

A 30 year old male presented to our clinic with history of on and off epigastric pain of 4 years duration without any alarming symptoms. The patient had no history of offending drug intake. He had been taking proton pump inhibitors Tab. Esomeprazole 20 mg twice daily continuously for 4 years with partial relief. He has been a non smoker and denied any drug abuse or alcohol intake. His systemic examination was unremarkable. He was evaluated on outpatient basis. He had haemoglobin of 14 g/dl with normal leucocytic count and normal platelet count. He had normal liver and kidney function tests. Serum amylase was within normal limits. Abdominal ultrasound showed a normal size of the liver with its normal echo texture. There were no gall stones, the common bile duct was normal and other abdominal viscera were also normal. The patient underwent upper gastrointestinal (GI) endoscopy which revealed a normal esophagus and a small hiatal hernia. There were multiple polyps in the antral area, each around 1 cm (Figure 1 [(Fig. 1)](#F1){ref-type="fig"}). A biopsy was taken from these polyps and a Campylobacter-like organism (CLO) test was also done. The patient\'s biopsy (Figure 2 [(Fig. 2)](#F2){ref-type="fig"}) revealed evidence of chronic gastritis with no H. pylori activity. The polyp was adenomatous with no features of malignancy. His serology for H. pylori was negative. The patient had a normal colonscopic examination and familial polyposis was ruled out.

Proton pump inhibitors were stopped and upper GI endoscopy was repeated after 4 months (Figure 3 [(Fig. 3)](#F3){ref-type="fig"}). There was almost disappearance of the antral polypoidal lesions. Repeated histology of the antral area showed complete regression of the polyp with mild gastritis and no H. pylori (Figure 4 [(Fig. 4)](#F4){ref-type="fig"}). No H. pylori was grown after culture. The patient was given reassurance and symptomatic treatment. He is doing well and is following our clinic for 6 months now. The polypoid lesions were attributed to prolonged PPI usage and a CYP gene analysis (Table 1 [(Tab. 1)](#T1){ref-type="fig"}) was done. The index case was found to have one copy of the gene encoding enzyme with normal activity and another copy coding for inactive enzyme.

Discussion
==========

The relative prevalence of fundic gland polyps on routine endoscopy has increased in recent years. An American study \[[@R3]\] of upper gastroscopic examinations over one year period in 120,000 patients reported increased prevalence of gastric polyps higher than earlier reports. This was most likely because of the widespread use of proton pump inhibitors. In the same study, authors observed that H. pylori- and atrophy-associated polyps, including adenomas, were less common than in earlier series. Antral polyposis is often attributed to H. pylori infection, however the index case had no serological or histological evidence of H. pylori and responded to stoppage of PPI therapy. Studies \[[@R2]\] have shown that there is regression of gastric polyposis when H. pylori is eradicated. This implies that patients with H. pylori infection must be treated before embarking on more invasive treatments in gastric polyposis as often these are multiple. Our patient had polyposis in antral area clearly due to prolonged PPI therapy and the patient\'s polyps disappeared after PPI were stopped. Proton-pump inhibitors have remained central to the management of acid-suppression disorders for more than two decades now and are unchallenged with regard to their efficacy and popularity among doctors and patients \[[@R4]\]. Side effects of PPI therapy include reversible hypergastrinemia, enterochromaffin-like hyperplasia, and possibly acceleration of atrophic gastritis in the gastric corpus in patients with H. pylori infection. Studies have shown that long-term proton pump inhibitor use is associated with an up to fourfold increase in the risk of fundic gland polyps. The risk of dysplasia is negligible in gastric polyposis due to PPI use and there is no association of gastric polyposis with neoplasia \[[@R5]\]. Aetiologically, these polyps seem to arise because of parietal cell hyperplasia and parietal cell protrusions resulting from acid suppression \[[@R6]\]. The issue of duration of therapy leading to gastric polyposis was addressed by Allay et al. \[[@R7]\]. The authors observed that the only independent predictor of gastric polyp development was a duration of PPI therapy greater than 48 months. Increased dosage of therapy in contrast had no significant impact on the development of gastric polyposis \[[@R7]\]. It was of interest to determine the genotype of CYP2C19, the principal enzyme in PPI metabolism. The rare carriers of the homozygous deficiency show an about tenfold higher exposure of PPIs following normal doses than those patients who are homozygous active. Our patient\'s CYP gene sequencing revealed that he had one copy of the genes encoding normal enzyme activity and the other copy encoding an inactive enzyme. He was thus an intermediate metabolizer of the drug (Tab. Esomeprazole). This may have led to increased levels for prolonged periods and subsequent polyposis in antral area. All our efforts to correlate any association of these polyps in the index case with H. pylori were non contributory, even H.pylori culture was negative. Endoscopists need to be familiar with these findings. All efforts should be done to rule out neoplastic lesion in a polypoid gastric lesion and a careful follow up seems mandatory. We documented regression of these polyps following stoppage of PPI therapy like in other studies \[[@R8]\]. Long term of PPI usage is difficult to define. Studies have shown that most of the patients do not require prolonged PPI therapy and thus there is always need to rationalise their treatment. On demand therapy has been shown to be cost effective and should be considered in most patients \[[@R9]\].

Conclusion
==========

Antral gastric polyps may be encountered during endoscopy in patients taking PPI therapy for prolonged periods. Efforts to eradicate H. pylori and trial of stopping PPI therapy may be warranted before subjecting these patients to more invasive procedures. However, follow up endoscopy to document the regression cannot be underestimated in these gastric lesions.

Notes
=====
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